The first Long Fox Memorial Lecture was given by Dr John Beddoe in 1904 (1) . In (15) . No correlation has been found between plasma cholesterol concentrations at birth and at one year (15, 16) . This is true also for low-density lipoprotein (LDL) cholesterol, high-density lipoprotein (HDL) cholesterol, and for triglyceride. Plasma cholesterol and LDL concentrations at 6 months of age do, nevertheless, correlate with levels at one year, the correlation coefficient in the Bogalusa study being about 0.42 (16) . The total fat intake of babies is fairly constant whether they are fed human (breast) milk or an industrially produced infant formula both of which contain about 35g/l. The (18, 19) . Once mixed feeding is established the difference disappears and no effect of early feeding on plasma cholesterol concentrations can be detected in later infancy and childhood (18, 19) . A study designed to investigate the effect of dietary cholesterol intake during the first year of life also showed no differences at one year of age between infants initially fed on a low cholesterol intake and subsequently given a higher intake on the one hand, and those fed on a higher intake throughout on the other (20) . Studies on the longer term effect of early infant feeding on plasma cholesterol are difficult to interpret. In a study of 97 American school children age 7-12 years, higher mean concentrations were found in those fed on human milk during the first 3 months of life than in those fed on low cholesterol (formula) feed, although the current diet was not different (21) . By contrast, analysis of the plasma cholesterol of 172 subjects in the UK aged 32 years of age showed that the women who had been breast fed had significantly lower levels than women who were formula fed; for men the difference was not significant (22) .
In spite of the lack of direct evidence in man linking (26) found a strongly positive correlation between the levels of total cholesterol in the children and the prevalence of coronary heart disease in the adults. There was also a high correlation between mean plasma cholesterol concentration and the availability of animal products, and by inference a high saturated fat intake.
GENES AND PLASMA CHOLESTEROL
Genetic control of plasma cholesterol is mediated through genes responsible for the synthesis of the various apoproteins and the LDL receptor. The commonest cause of raised cholesterol is due to the interaction of environmental factors, of which diet (as already discussed) is probably the most important, and a number of genes?so called polygenic inheritance. Of the monogenic disorders, that affecting the LDL receptor and resulting in the disorder known as familial hypercholesterolemia is the condition most likely to be expressed during the childhood years (9) . The gene frequency in the Caucasian population is of the order of 1 in 500 which makes it one of the most common dominantly inherited conditions. Heterozygous individuals can be diagnosed in infancy and have raised levels of total cholesterol and LDL cholesterol but usually no clinical abnormality. The detection of children therefore depends upon testing as a result of recognising the significance of the onset of coronary heart disease at an early age in a family member. The risks for coronary heart disease in heterozygotes are greater and occur at an earlier age in males than females with about 50% of the men experiencing their first episode of ischaemic heart disease by the age of 50 years (27) . Although familial hypercholesterolemia accounts for only a small proportion of total coronary heart disease it is particularly important in younger people, and because it is expressed fully in childhood its detection and management at this age assumes considerable importance. The homozygote form of familial hypercholesterolaemia is very rare and extremely serious Tendinous and tuberous xanthoma and corneal arcus are found in early childhood and clinical evidence of coronary heart disease is often evident early in the second decade (28 (30) .
The second question relates to the certainty with which we can claim that lowering of plasma cholesterol will prevent or delay the onset of coronary heart disease. For the childhood population there is at present no evidence but primary prevention studies in adults strongly suggest benefit (31) , and results of treating the rare homozygous form of familial hypercholesterolaemia support this (32, 33 (35) . This committee made no specific recommendations on cholesterol intake although other bodies have suggested a limit of 250-300 mg/day (36) .
Further recommendations included compensating for the reduced fat intake with increased fibre-rich carbohydrates and avoiding any future increase in sucrose or common salt. The suggestion that only whole milk should be given to children under 5 years is at variance with a number of other reports; in both Sweden (37) and Canada (38) the use of semiskimmed milk (fat content about 2%) has not had any deleterious effects, and further guidelines in the UK have stated that semi-skimmed milk may be introduced into the diet of children between the ages of 2 to 5 years provided that the diet as a whole is nutritionally adequate (39) .
In industrialised countries where fat intake, and particularly fat high in saturated fatty acids, has risen sharply over the past decades, the current trend towards a decreased consumption of saturated fats, cholesterol and salt and an increased intake of polyunsaturated fats can probably be followed in moderation by older children though extremes should be avoided (40) . Such (40) .
For children at special risk, that is those with familial hypercholesterolemia, the situation is different. Selective screening targetted on the family should be undertaken (41 (43) . His subject was the aetiology of cardiac disease and his conclusions are as true today as they were half a century ago: he shall have the last word.
". . . diseases of the heart arise, not from single causes only, but from conspiracies of causes. It is not the seed alone that matters but also the soil and the weather. . . . the hope of advance lies in prevention rather than in cure."
